SUMMARY Cervical myelopathy developed in two patients with idiopathic torsion dystonia. There were marked spondylotic changes in both patients, probably attributable to the incessant dystonic movements of the neck. Previous cervical spine surgery may have exacerbated the myelopathy in one of the patients. Cervical His disability remained unchanged for several years but three months before his last admission, aged 67 years, he complained of increasing pain in his left shoulder, weakness in both arms and legs, and urinary hesitancy. During this period he became unable to stand or walk. On examination, the torticollis was unchanged, with jerking of the head to the right and some involuntary movement in the right arm. There was wasting of the intrinsic muscles of both hands and triceps; all the tendon reflexes in the left arm and the right triceps jerk were absent. There was a spastic paraplegia with bilateral extensor plantar responses and a sensory level was present at T1.
SUMMARY Cervical myelopathy developed in two patients with idiopathic torsion dystonia. There were marked spondylotic changes in both patients, probably attributable to the incessant dystonic movements of the neck. Previous cervical spine surgery may have exacerbated the myelopathy in one of the patients. Cervical myelopathy complicating idiopathic dystonia must be distinguished from other causes of neurological deterioration, since it may be improved by appropriate neurosurgical treatment.
The clinical spectrum of dystonia encompasses a wide variety of movement disorders ranging from writer's cramp to generalised dystonia.' Idiopathic dystonia is characterised by the absence of clinical involvement of other parts of the nervous system, such as the cerebellum, pyramidal system, retina and cerebral cortex. When there are signs of dysfunction in any of these systems, symptomatic dystonia, which is secondary to some underlying condition, should be suspected. His disability remained unchanged for several years but three months before his last admission, aged 67 years, he complained of increasing pain in his left shoulder, weakness in both arms and legs, and urinary hesitancy. During this period he became unable to stand or walk. On examination, the torticollis was unchanged, with jerking of the head to the right and some involuntary movement in the right arm. There was wasting of the intrinsic muscles of both hands and triceps; all the tendon reflexes in the left arm and the right triceps jerk were absent. There was a spastic paraplegia with bilateral extensor plantar responses and a sensory level was present at T1.
Cervical spine radiographs showed marked degenerative changes, particularly at the C5, C6 and C7 levels, and myelography revealed a sub-total, extradural block to the flow of contrast at C7/Tl with a narrow canal at C5/6 and C6/7 (fig 1) . A decompressive laminectomy was performed at these levels, but he did not improve. His dystonia became more marked and, after a stormy post operative course, he developed respiratory failure and died. 
Discussion
It is prudent to recognise CSM as a cause of functional deterioration in the dystonic patient. In case 1, cervical spondylosis without myelopathy was present at the time of diagnosis of the dystonia. The patient developed a cervical cord syndrome due to extradural compression from osteophytes at the lower cervical levels. In case 2, severe cervical spondylosis with subluxation and kyphosis caused an acute myelopathy, probably due to cord traction across the kyphotic zone. In this case, although the cervical spine deformity was probably exacerbated by previous cervical laminectomy, it seems likely that the spondylotic changes were due to the dystonia. Compression is thought to be the main factor causing myelopathy in cervical spondylosis,3 but ischaemia may contribute to the cord damage. 4 
